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Following publication of the original article [1], the 
authors reported an error in Fig.  2b. The description 
of the mutation in the Intron 128–Exon 128 bound-
ary is inappropriate as using the terminology for codons 
is restricted only for exons, and it cannot be applied at 
this site. Furthermore, the number of the intron pre-
ceding exon 128 should be marked as 127. Regarding 
the identified error the text itself needs the following 
minor correction in the second paragraph in page 7 of 
12: ‘It causes a TAG–TGG codon change at the Intron 
128–Exon 128 boundary resulting in an abnormal splic-
ing variant (Fig.  2b).’ to the following ‘It causes an A>G 
change at the Intron 127–Exon 128 boundary resulting in 
an abnormal splicing variant (Fig. 2b).’
The correct Fig. 2 is included in this Correction article, 
and the original article has been updated.
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Fig. 2 Genetic abnormalities and consequent alterations of protein of SYNE1 ataxia patients and their parents. a SYNE1 gene mutations in AT-04 
patient and the parental origin of these variations. b SYNE1 gene abnormalities in AT-05 and AT-06 subjects and the parental segregation of these 
mutations. The upper parts of the bars denote the DNA sequence, while the lower parts show the encoded amino acids of the protein. Yellow 
bars indicate the pathogenic alleles, white bands mark the normal alleles. Red highlights the nucleotide change of the SYNE1 gene. In part b, the 
c.23146-2A>G mutation is located in the intron–exon boundary resulting in an abnormal splicing variant
